Although almost all the earliest work upon this anaemia was done by Cooley (1927 and 1928) , by Cooley and Lee (1925 and 1929) , and by Cooley, Witwer, and Lee (1927) in America it soon became clear that the syndrome occurred often in the Mediterranean races. Indeed Davison and Wechsler (1939) believed that the disease originated in Greece, and had been spread to other countries by the conquering armies of Alexander the Great. The first case reported from Italy was by Ravenna and Canella in 1934 . In recent years, however, examples have been reported in many other parts of the world. Fawdry (1944) has found 20 cases in Cyprus; Saracoglu (1943) reports four cases amongst Turks; one case is described in a Spanish child, by Sendrail, Lyon, and Lasserre (1936) , and another in an English child by Bywaters (1938) . Two have been found in Egyptian children (Diwani, 1944) , two in Bucharan Jews (Schieber, 1945) , and one in a South African of European descent (Altmann, 1946) . Additionally, several cases have been reported in Hindus (Malhotra and Chuttani, 1944; Mukherji, 1938; Napier, Shorten, and Das Gupta, 1939) ; two in Brahmins (Patel and Bhende, 1939; Dhayagude, 1944) ; five in Chinese (Foster, 1940; Wang and Khoo, 1940) ; and two in Negroes (Stiles, Manlove, and Dangerfield, 1946; Faber and Roth, 1946) . It is interesting to record that one of the Chinese mentioned by Wang and Khoo, and the negro mentioned by Stiles and his colleagues were, in each case, of remote Italian ancestry.
In spite of the close proximity of Malta to the Italian peninsula, the case described here is, as far as is known, the first example of the disease to have bxen reported from Malta.
Case Report
The affected individual is the sixth child of a family of seven. Two of his sisters had previously died from a severe anaemia, and the remaining four siblings are quite healthy. The family itself is of pure Maltese ancestry.
The patient was a boy aged 2 years. His mother stated that he was unduly pale at birth, in spite of a normal and speedy confinement. Ever since, he had been lethargic, weak, and mentally retarded. When 3 months old, the enlarged spleen was noticed by his parents, and this gradually increased in size. The subsequent story is that of a relentless, progressive pallor and weakness. Enuresis and a chronic cough latterly became troublesome.
On examination the child was seen to be muddycomplexioned, pale, and irritable. His head was large, and the frontal and malar bones prominent. His eyes were deep set and the nose was short and depressed.
The abdomen was protuberant, and the firm hard spleen reached down to the umbics. The and 15,000 stinnle cells ner c.mm. The serum bilirubin level was 2 mg. %, Brucella agglutinations were negative (1/25 to 1/2,500). Schumm's test was strongly positive (+ + +), and Napier's test for kala-azar was negative.
Urine analysis gave urobilinogen +. The differential fragility test showed a marked increase in saline resistance (Fig. 2) .
The total fat in the faeces were 22%, and unsplit fat was 26% of the total fat.
Because the child did not cooperate no satisfactory pictures of the skull were obtained. Fig. 3 shows a typical increase in width of the metacarpal bones, with a thinning of the cortex. In spite of intensive iron, vitamin, and liver therapy, no appreciative improvement was effected and the count when I last saw the child in October, 1948 (Fig. 4) (Sheldon, 1935; Nachtnebel,. 1933 :s, the history characteristic muddy complexions found in the two ,mia of child-diseases (Mills, 1938) .
ted by radioIn familial acholuric jaundice, on the other hand, e-Jones curve Schumm's test is invariably negative (Bingold, 1930) .
Furthermore, the pigment distribution is entirely different, and although iron-positive material may be found in the heart, thyroid, and gastric musosa in long-standing cases, the greatest accumulation occurs in the spleen and, to a lesser extent, in the Kuppfer cells of the liver (Whipple and Bradford, 1932) . This disparity in the quantity of splenic pigment found in these two familial, haemolytic >| ; anaemias can be at least partially rationalized by a 9 1 consideration of the physiological action of the spleen upon the morphology of erythrocytes. Humble and Singer, Miller, and Dameshek (1941) (Ham and Castle, 1940; Knisely, 1936a and b) the In both erythrocytes undergo an increase in thickness. It n the liver, is logical, therefore, to presume that cells which are suprarenals, spherocytic, as in acholuric jaundice, will more skin; con-readily succumb to these static conditions, rupture, er the spleen and be destroyed in situ. On the other hand the liver chiefly leptocytic cells of Cooley's anaemia will be better il half of the equipped to withstand passage through this organ, Kuippfer cells and will emerge relatively unscathed. For this anaemia the reason, therefore, it is possible to understand why y appears to removal of the spleen in acholuric jaundice effects intravascular such a considerable clinical improvement, although n's test. In the tendency towards spherocytosis is only slightly lanation will ameliorated (Hawksley and Bailey, 1934; Hawksley, 1936) . Similarly, as there is no pathological evidence of increased splenic haemolysis in Cooley's anaemia, removal creates no lasting improvement.
In conclusion, therefore, it would appear that the mechanism of cell destruction in these two familial haemolytic anaemias is quite different. In acholuric jaundice distribution of pigment and the effects of splenectomy indicate that the spleen is the site of the greatest erythrocytic destruction. In Cooley's anaemia, on the other hand, the absence of an excessive amount of iron in the spleen and the presence of methaemalbumen in the plasma indicates that haemolysis must be largely, if not entirely, intravascular.
Summary
Cooley's anaemia in a Maltese child is described. The presence of methaemalbumen in the plasma is recorded, and its significance discussed.
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